A 61-year-old female presented with headache, malaise, and left oculomotor nerve paralysis. Computed tomography (CT) demonstrated a diffuse pituitary mass and enlarged pituitary stalk with homogeneous contrast enhancement. Her symptoms gradually resolved without treatment. Gallium-67 scintigraphy showed abnormal uptake in the pituitary lesion. Serial CT every 2 weeks after admission showed homogeneous contrast enhancement and shrinking of the pituitary mass to a normal size 12 weeks after the onset. The final diagnosis was lymphocytic adenohypophysitis without biopsy. Recurrence has not been observed for 8 years after discharge. The patient did not need hormone replacement therapy. Histological examination is not always necessary to diagnose probable lymphocytic adenohypophysitis with the characteristic feature of rapid onset, abnormal gallium-67 uptake in the lesion, and resolution of symptoms in the acute stage with shrinking of the lesion on neuroimaging.
There was no history or evidence of skin change or alteration in body hair distribution. She had under gone a hysterectomy in 1982 and had entered menopause. Neurological examination identified no meningeal signs. Her pupils were anisocoric (right 2 mm, left 3 mm) and reactive to light. Partial left third cranial nerve paresis had resulted in ptosis and diplopia. Formal visual testing demonstrated no ab normality in either eye. Complete blood cell count, chest radiography, and electrocardiography found no abnormalities. Serum carcinoembryonic antigen level was 3.5 ng/ml (normal <6.0) and alpha fetoprotein level was 0.1 ng/ml (normal <7.6). Basal levels of pituitary-related hormones showed hyposecretion (Table 1) . Antithyroglobulin antibody level was 7.1,µg/ml (normal <1.5) and no an timicrosomal antibody was detected. Skull radiography films showed mild deminerali zation with erosion of the sella turcica. Coronal CT 6 weeks after the onset showed a sellar mass ex tending into the suprasellar cistern and an enlarged pituitary stalk with homogeneous contrast enhance ment (Fig. 1A) . Since the progression of the sym ptoms was more rapid than that of common pituita ry adenoma, we suspected pituitary apoplexy, which cannot be detected by CT. However, magnetic resonance (MR) imaging showed no signs of apoplexy. T1-weighted MR imaging showed the same region as an isointense mass intensely en hanced with gadolinium-diethylenetriaminepenta acetic acid, and enlargement of the pituitary stalk and invasion into the cavernous sinus (Fig. 2 ). CT and MR imaging detected no other masses. Because of the rapid progression of the patient's symptoms, we had to differentiate lymphocytic adenohypophy sitis from malignant tumors. Systemic gallium-67 scintigraphy showed abnormal uptake in the pitui tary lesion but no other abnormal lesions (Fig. 3) . Surprisingly, the blepharoptosis gradually disap peared from the day of admission without treatment. CT 8 weeks after the onset showed no findings of pituitary apoplexy and a slight shrinking of the pit uitary mass (Fig. 1B) . The tentative diagnosis was lymphocytic adenohypophysitis.
Her double vision also resolved gradually, and serial CT 10 weeks after onset showed the size of the mass was further reduced (Fig. 1C) . Twelve weeks after onset, the pituitary mass had returned to the normal size of the pituitary gland (Fig. 1D) . At this time, her symptoms had completely resolved. The final diagnosis was lymphocytic adenohypophysitis based on the clini cal course and the disappearance of the mass on follow-up CT.
She was discharged on September 5, 1990. Basal hormonal concentrations returned to normal (Table  1) . One year after onset, the pituitary gland became smaller with an empty sella appearance (Fig. 1E) . No recurrence has been detected in the 8 years after discharge and she has not needed hormone replace ment therapy. 
